Since tuberculosis and sarcoidosis both have the capacity to induce chronic giant-cell granulomata in man, it might be reasonable to look for the other shared properties as well as differences in the body's immunological and inflammatory responses. The serum proteins have been studied extensively already in both conditions, but the methods used have been superseded by others which are more accurate or more informative. This paper reports findings in the sera of patients with these two diseases, and was initiated as an attempt to find one parameter on which the differential diagnosis could be made with con- fidence.
MATERIALS AND METHODS

PATIENT SELECTION
General All patients were aged between 18 and 65 years, were of European stock, and were without current or past evidence of jaundice or major systemic disease apart from the disease under study. All (Clarke and Freeman, 1968) is necessary to compare the unknown serum with some standard. In this instance a pool of normal serum was used throughout as a standard. This is the same serum as was used as a reference preparation in a study of the normal concentration of individual plasma proteins previously reported (Clarke and Freman, 1968) . These values have been used as normals for this particular study. The same pool of antiserum was used throughout the present study. 423 RESULTS PATIENTS The clinical characteristics of the two groups of patients (20 with sarcoidosis and 16 with pulmonary tuberculosis) are summarized in Table I , from which it may be seen that the mean age of the sarcoid patients was 10 years above 
DTSCUSS'ON
There seems to be general agreement that there is an increase of ai and ,B2 globulins in tuberculosis (Baldwin and Iland, 1953; Levi-Valensi and Akoun, 1957; Johnson, Wakefield, and Turk, 1967) . Some authors find similar changes in sarcoidosis (Ingestad and Tryding, 1966) . Our results for tuberculosis are consistent with previous work in that all the al and a2 proteins, with the exception of al lipoprotein and as HS, were significantly increased. In contrast, none of the levels of the proteins studied in sarcoidosis differed significantly from those of normal subjects.
The normal or low values found in tuberculosis for a2 HS, albumin, and transferrin indicate that the other increased values observed are unlikely to be due to haemoConzentration. The low ca lipoprotein va'ue may be due to deterioration of this protein during storage.
The correlations shown in Table III are interesting, but in view of the small number of cases studied should not be accepted without reservation, unless confirmed by further work, despite the statistical probability values. The relationships previously reported in tuberculosis between al and a2 proteins and cavitation (Gilliland, Johnston, Stradling, and Abdel-Wahab, 1956 ), severity (Chievitz and Thiede, 1960) , and fever (Johnson et al., 1967) The low / globulin found by Groulade, Guillermand, Duche, and Tizzani (1956) is probably due to a low transferrin level despite the increase of haemopexin, which is normally present in one-third its concentration of transferrin.
The changes reported for sarcoidosis include increases in al, a2, /3 and a globulins, although any group may be normal in stationary cases: Norberg (1964) and Ingestad and Tryding (1966) reported similar findings. Their significance is not clear due to the presence of impaired liver function as indicated by bromsulphthalein excreted in a number of his cases. Bottiger and Norberg (1964) 
